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Measles — United States, 1986 


A provisional total of 6,273 cases of measles in the United States was reported to 
the MMWA for 1986. This represents a 2.2-fold increase over the 2,822 cases reported 
in 1985, but is still 98% below the reported incidence in prevaccine years (Figure 1). 
The overall incidence rate increased from 1.2 cases per 100,000 population in 1985 to 
2.7/100,000 in 1986. Nine states and New York City accounted for 4,941 (78.8%) of the 
cases: New York City reported 945; New Jersey, 911; Illinois, 710; California, 486; 
Texas, 397; Florida, 395; Wisconsin, 287; Arkansas, 278; South Carolina, 274; and 
Arizona, 258. Eleven states and New York City had incidence rates greater than 
4/100,000 population: New York City had a rate of 13.4; New Jersey, 12.4; Arkansas, 
12.2; Arizona, 9.3; South Carolina, 8.8; Wisconsin, 6.2; Illinois, 6.2; New Hampshire, 
4.7; lowa, 4.6; Washington, 4.3; Kansas, 4.2; and Florida, 4.1. During 1986, 46 states 


FIGURE 1. Measles (rubeola) cases, by year — United States, 1950-1986* 
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Measles — Continued 
and 347 (11.1%) of the 3,138 counties in the United States reported measles, 
compared with 38 states and 220 (7.0%) counties in 1985. 

This report is based on detailed information reported to CDC’s Division of 
Immunization on 6,255 of the provisional total of 6,273 cases for 1986. Of these, 96.9% 
met the standard case definition for measies*, and 34.2% were serologically con- 
firmed. The usual seasonal pattern was observed, with the peak of the cases 
occurring in April (Figure 2). Otitis media was reported in 338 (5.4%) cases; 
pneumonia, in 152 (2.4%); and encephalitis, in 9 (0.1%). There were no deaths 
associated with measles. 

One hundred and twenty-eight cases (2.0%) were known to be imported from other 
countries. An additional 123 (2.0%) cases were epidemiologically linked to imported 
cases within two generations of rash onset. There were 98 outbreaks (five or more 
epidemiologicaliy related cases), accounting for 91.0% of all cases during 1986. Index 
cases were identified for 52 (53.1%) of outbreaks. Ten outbreaks with more than 100 
cases each accounted for 58.8% of all reported cases. 

In all age groups, the 1986 incidence rate was higher than the 1985 rate (Table 1) 
(1). The highest incidence rate in 1986 was reported among preschool-aged 
children<5 years of age (13.0 cases/100,000 population). Five states had outbreaks 
occurring predominantly among unvaccinated preschoolers. New Jersey had the 
highest incidence rate in preschoolers (108.9), followed by New York (56.4), Illinois 
(33.0), Florida (29.2), and Arizona (28.9). Of the total 2,454 preschool-aged children 
with measles, 692 (28.2%) were infants <1 year of age; 423 (17.2%) were 12-14 
months of age; 114 (4.6%) were 15 months of age; and 1,225 (49.9%) were 16 
months-4 years of age. 


*Fever (38.3 C [101 F] or higher, if measured), generalized rash lasting 3 or more days, and at 
least one of the following: cough, coryza, or conjunctivitis. 


FIGURE 2. Reported measles cases*, by week of rash onset — United States, 1986 
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Measles — Continued 


Of the 3,528 patients (56.4%) for whom the setting of transmission was reported, 
1,930 (54.7%) acquired measles in school (174 of these patients were on 21 college 
campuses); 689 (19.7%) acquired measles at home; 239 (6.8%), in medical settings; 
and 148 (4.2%), in day-care centers. The remaining cases were acquired in a variety of 
different settings, including churches, prisons, military training facilities, and the work 
place. 

The vaccination status of patients in 1985 and 1986 was similar. Of the 6,255 
patients reported for 1986, 39.3% had been appropriately vaccinated, including 992 
(15.9%) who were vaccinated at 12-14 months of age and 1,466 (23.4%) who were 
vaccinated at >15 months of age. A total of 3,509 (56.1%) measles patients were 
unvaccinated, and 288 (4.6%) had histories of inadequate vaccination (vaccinated 
before the first birthday). 

Of the 6,255 cases, 2,278 (36.4%) were classified as preventable (Table 2) (2). 
However, there were striking age-specific differences among them. The highest 
proportion of preventable cases occurred among persons who were not of school 
age: 83.2% of cases among children 16 months-4 years of age were preventable, as 
were 72.2% of cases among persons 20-29 years of age. In contrast, 29.4% of cases 
among school-aged persons (5-19 years of age) were preventable. 

Of the 3,977 nonpreventable cases, 1,230 (30.9%) were among persons too young 
for routine vaccination (<16 months of age), and 194 (5.0%) were among persons too 
old (born before 1957); 2,377 (59.8%) had been vaccinated on or after their first 
birthday. Forty-eight cases (1.2%) occurred among foreign-born visitors to the United 


States. One hundred and twenty-eight (3.2%) patients had not been vaccinated 
because they either had medical contraindications or were exempt under state law 
(Table 3). 


Reported by: Div of Immunization, Center for Prevention Svcs, CDC. 

Editorial Note: Since measles vaccine was licensed in 1963, the incidence of measles 
has declined to approximately 1%-2% of that reported in the prevaccine era (3). 
However, increases in the number of reported cases have occurred annually since the 
record low in 1983, when 1,497 cases were reported. There were more cases in 1986 
‘van in any year since 1980, when 13,506 cases were reported (Figure 3). 


TABLE 1. Reported measles cases and estimated incidence rates, by age of patients 

— United States, 1985 and 1986 
1985 1986* 

Age Group No. (%) Rate’ No. (%) Rate’ Rate Change (%) 
0-4 yrs. 826 (29.5) 47 2,454 (39.4) 13.0 (+ 176.6) 
5-9 yrs. 255 (9.0) 1.6 675 (10.8) 3.9 (+ 143.8) 
10-14 yrs. 503 (18.0) 2.9 (21.1) 8.1 (+ 179.3) 
15-19 yrs. 843 (30.1) 45 (18.7) 6.3 (+ 40.0) 
20-24 yrs. 231 (8.2) 1.1 (4.7) 1.4 (+27.3) 
225 yrs. 143 (5.1) 0.1 (5.4) 0.3 (+ 200.0) 
Unknown 12 = = = = 


Total 2813 (~100.0) 1.2 (~100.0) 2.7 (+ 125.0) 


*Provisional data. 
*Per 100,000 population. 
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Measles — Continued 

In 1986, as in 1985, preschool-aged children had the highest reported incidence 
rate. Forty percent of all measles cases occurred among this age group in 1986. This 
high incidence was the result of several outbreaks which involved a substantial 
proportion of preschool-aged children (4-6). These outbreaks occurred in densely 
populated, socioeconomically depressed urban areas. Immunization levels among 
preschoolers are known to be lower than those among school-aged children in many 
areas of the United States, and unvaccinated preschoolers were clustered in the areas 
where these outbreaks occurred. Large outbreaks also occurred among secondary 


TABLE 2. Preventability of reported measles cases, by age of patients — United 
States, 1985 and 1986 





1985 
Preventable 

Age Group Cases’ , (%) 
<=15 mos 395 (0.0) 
16 mos-4 yrs 431 (73.8) 
5-9 yrs (24.7) 
10-14 yrs 503 (18.5) 
15-19 yrs 843 (22.7) 
20-24 yrs (42.4) 290 
25-29 yrs 72 (79.2) 170 
230 yrs 71 (0.0) 166 
Unknown 3° (0.0) 195 
Total 2,804 (29.2) 6,255 


*Provisional data. 
*Patients with known preventability status. 
‘Preventability status was known for patients with unknown age. 

















TABLE 3. Classification of measles cases — United States, 1986* 
Cases 








Classification No. 
Nonpreventable 
Persons <16 months 
Persons born before 1957 
Appropriately vaccinated 
Importations in non-U.S. citizens 
Exemptions 
Medical 
Religious 
Philosophic 
Subtotal 





Preventabie 
Total 
*Provisional data. 
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Measles — Continued 

school students in 1986, and they accounted for the increased incidence rate in this 
age group. A smaller proportion of reported cases occurred on college campuses 
than in previous years (1). 

Although the number of measles cases reported in 1986 is still only about 2% of 
that in the prevaccine era, the increase in the number of cases in 1986 is of concern. 
There may be many reasons for this large increase; however, unvaccinated 
preschool-aged children and vaccine failures in school-aged children are two of the 
major ones. 

Preventable cases are the result of a failure to fully implement the current measles 
elimination strategy. Unvaccinated preschoolers 16 months-4 years of age accounted 
for 44.7% of the total preventable cases in 1986. Preschool-aged children are difficult 
to reach because they are often not enrolled in institutions that require vaccination. 
Greater efforts need to be directed at increasing immunization levels in this age 
group. Complete implementation of the immunization requirements for measles prior 
to school entry, which exist in all states, should decrease the number of preventable 
measles cases in the school-aged population. 

A substantial proportion of cases continue to occur in appropriately vaccinated 
individuals. A variety of different strategies have been suggested to decrease the 
number of these cases, including a routine 2-dose schedule and mass or selective 
revaccination either routinely or during an outbreak. Because only a small percentage 
of persons who were vaccinated at >12 months of age are susceptible and because 
identification of these susceptible persons is difficult, all of these strategies would 
result in administration of a large proportion of vaccine to persons who are already 
immune. Some studies have demonstrated lower vaccine efficacy and higher attack 
rates in persons vaccinated at 12-14 months of age (the recommended age for 
vaccination in the United States from 1965 to 1976 was 12 months of age) compared 
with those vaccinated at the currently recommended age of 15 months (7). While 
routine revaccination of persons vaccinated at 12-14 months of age is not 
recommended’, revaccination during selected outbreaks, particularly those in junior 
and senior high schools, may be considered (8). 

While the continuing problem of measles in previously vaccinated persons 
suggests that additional strategies may be needed to eliminate measles from the 
United States, the present measles elimination strategy needs to be implemented 
more fully to decrease the number of preventable cases. Progress in measles control 
in other countries will also reduce the number of measles cases imported into the 
United States. 
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*Vaccination at 12 months of age is still highly effective (>80%). 





Epidemiologic Notes and Reports 





Human Immunodeficiency Virus Infection Transmitted From an Organ 
Donor Screened for HIV Antibody — North Caroline 


in August 1986, a cadaveric organ donor was found positive for antibody to the 
human immunodeficiency virus (HIV) by both enzyme immunoassay (EIA) and 
Western blot methods after some of the donated organs had been transplanted. A 
blood sample, which was taken after the donor had received a large number of blood 
transfusions, had been negative for HIV antibody. Two days later, when the organs 
were removed, more blood samples were collected. These were forwarded with the 
donated organs to the various transplantation centers. At one of these centers, one of 
these later samples was found to be seropositive. 

Three persons received organs from this donor. Two of them were subsequently 
found to be seropositive for HIV antibody. The third, who had received the donor's 
heart, did not survive the transplant procedure. This is the first report of HIV 
transmission by organ transplantation from a donor screened for HIV antibody. A 
summary of the investigation of the donor and the two surviving recipients follows. 

Donor. A 30-year-old man who was involved in a motor vehicle accident was 
admitted, while in a coma, to a North Carolina hospital. He was hypotensive because 
of bleeding from multiple head and neck lacerations. On admission, a blood sample 
was collected for type- and cross-matching, and blood transfusions were started 
within 1 hour. The donor’s bleeding persisted despite surgery to improve hemostasis. 
Approximately 11 hours after admission, he had received a total of 56 units of blood 
and blood components (1 unit of whole blood, 28 units of packed red blood cells, 
7 units of fresh frozen plasma, and 20 units of platelets). At this time, another blood 
sample was collected and tested for HIV antibody. The specimen was negative by EIA 
(Abbott Laboratories, North Chicago, Illinois; optical density ratio, sample/control = 
-103/.131). The donor’s condition did not improve, and he was declared brain-dead 
2 days after testing for HIV antibody. Family members consented to organ donation 
and denied any knowledge of the donor’s having a risk factor for HIV infection. 

The donor’s kidneys, heart, and liver were removed and transported to other 
medical centers for transplantation. Samples of the donor’s blood, which were 
collected when the organs were removed, were sent with each organ. As part of one 
center's routine procedure, one of these blood samples was tested for HIV antibody 
and was found positive by EIA (Genetic Systems, Seattle, Washington; optical density 
ratio = .95/<.30) and was subsequently found positive by Western blot assay. The 
transplantation teams were notified of the test result, but the heart, liver, and one 
kidney had already been transplanted. 

Personnel from the hosnital where the organs had been removed were contacted. 
They located both the serum sample collected on admission and the serum sample 
previously found negative for HIV antibody. The serum collected at the time of 
admission, before any transfusions were administered, was highly reactive on the 
Abbott ElAs performed at the hospital (optical density ratios = .766/.126, .556/.126) 
and at the North Carolina State Laboratory of Public Health (optical density ratios = 
.842/.108, .698/.137) and was also positive by Western biot assay at the state 
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HIV — Continued 

laboratory. When testing was repeated, the serum collected after the blood transfu- 
sions was again seronegative by EIA at the hospital and by both EIA and Western blot 
methods at the state laboratory. 

Recipient 1. A man with end-stage renal disease received the donated kidney that 
was transplanted. The recipient is married and denied risk factors for HIV infection. He 
was negative for HIV antibody 3 days after transplantation. A blood specimen 
collected 10 weeks after transplantation was positive for HIV antibody by EIA, and a 
specimen collected 1 week later was positive by both EIA and Western blot assay. The 
recipient had a fever 8 days after receiving the renal allograft, and a biopsy of it 
showed acute rejection. He improved with additional immunosuppressive therapy. 
To date, he has not developed any opportunistic illness and continues to feel well. 

Recipient 2. A man with sclerosis of the bilary ducts and progressive liver failure 
received the donated liver. He is married and denied risk factors for HIV infection. He 
was tested 4 days after transplantation and was negative for HIV antibody. Twelve 
weeks after the procedure, he was positive for HIV antibody by EIA, and a specimen 
collected 4 weeks later was positive by both the conventional EIA and an EIA using 
recombinant viral proteins (ENVACORE, Abbott Laboratories). Four months after 
transplantation, the recipient developed fever and malaise. A liver biopsy showed 
moderate allograft rejection. The recipient's condition improved with an adjustment 
in immunosuppressive therapy, and he returned home the following month. 


Reported by: TW Lane, MD. Univ of North Carolina, Chapel Hill, and Moses H Cone Memorial 
Hospital, Greensboro; R Meriwether, MD, FV Crout, PhD, JN MacCormack, MD, MPH, State 
Epidemiologist, North Caro/ina Dept of Human Resources. L Makowka, MD, Univ of Pittsburgh 
School of Medicine, Pittsburgh, Pennsylvania. SA Lobel, PhD, PA Bowen, MD, RJ Caruana, MD, 
Medical College of Georgie, Augusta, Georgia. AIDS Program, Center for Infectious Diseases, 
CDC. 


Editorial Note: Previous reports have linked kidney-transplant recipients who have 
subsequently become H!V-seropositive with donors who were later found to have 
risks for HIV infection (7-4). However, this is the first report of transplantation- 
associated HIV transmission from a cadaveric organ donor screened for HIV antibody. 
This donor appears to have been false-negative for HIV antibody by EIA as a result of 
the large number of transfusions he received before serum was collected for testing. 
The Public Health Service recommended in May 1985 that potential organ donors 
be screened for HIV antibody (5). In January 1986, CDC conducted an anonymous 
survey of representatives from 44 transplantation programs attending a meeting of 
the Southeastern Organ Procurement Foundation. All of the 26 representatives who 
responded reported that their centers screened donors for HIV antibody. Three of 
these representatives (12%) also reported identifying at least one potential organ 
donor who was positive for HIV antibody by EIA and Western blot methods. 
Organs from donors who are HIV-seropositive should not be used for transplan- 
tation except in very unusual circumstances. If an urgent need requires considering 
transplantation of an organ from a seropositive donor, the potential recipient or the 
appropriate family members should be informed of the risks of acquiring HIV 
infection. Such transplantation should not take place without the consent of either the 
potential recipient or the appropriate family members. When donors have been 
transfused before their organs are removed, testing for HIV antibody should be 
conducted on serum collected at the time of admission rather than on serum obtained 
after multiple transfusions. If donor serum collected at the time of admission is not 
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available from other sources, a pretransfusion sample may be available from the 
blood bank since many blood banks hold specimens collected for compatibility 
testing for at least 7 days (6). 

References 

. Prompt CA, Reis MM, Grillo FM, et al. Transmission of AIDS virus at renal transplantation 
[Letter]. Lancet 1985;2:672. 

. L‘'age-Stehr J, Schwarz A, Offermann G, et al. HTLV-Ill infection in kidney transplant recipients 
[Letter]. Lancet 1985;2:1361-2. 

. Margreiter R, Fuchs D, Hansen A, et al. HIV infection in renal allograft recipients. Lancet 
1986;2:398. 

. Kumar P, Pearson JE, Martin DH, et al. Transmission of human immunodeficiency virus by 
transplantation of a renal allograft, with development of the acquired immunodeficiency 
syndrome. Ann Intern Med 1987;106:244-5. 

. CDC. Testing donors of organs, tissues, and semen for antibody to human T-lymphotropic 
virus type Ili/Aymphadenopathy-associated virus. MMWR 1985;34:294. 

. American Association of Blood Banks. Standards for blood banks and transfusion services. 
12th ed. Washington, DC: American Association of Blood Banks, 1987:31. 














May 23, | May 17, 
1987 1986 


211 
66 


| aaame 





ELEM 


Malaria 
Measies: Total® 
indi 
imported 
Meningococcal! infections: Tota! 
Civilian 
Military 


PTET ee 


Mumps. 
Pertussis 


Rubella (German measies) 
Syphiiis (Primary & Secondary): Civilian 
Military 


— 
2 
w-_ 8... Beu8. sueaac.o8e8BRSWc 


Sy. 8208848. s8z2x 


Typhoid Fever 
= fever, tick-borne (RMSF) 4) 
, animal 1,888 








TABLE ll. Notifiable diseases of low frequency, United States 





Cum. 1987 





Leptospirosis 
Plague : 
Poliomyelitis, Paratytic 
Psittacosis (Mich. 2, Oreg. 3) 
Rabies, human 

: Tetanus (Kans. 1) 
Congenital rubella syndrome Trichinosis 
ee ee See < 1 yew - Typhus fever, flea-borne (endemic, murine) 
iphtheria 














“Two of the 55 reported cases for this week were imported from a foreign country or can be directly traceable to a known 
internationally imp d case within two generations. 








Vol. 36 / No. 20 MMWR 309 


TABLE Ill. Cases of specified notifiable diseases, United States, weeks ending 
May 23, 1987 and May 17, 1986 (20th Week) 
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TABLE Ill. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
May 23, 1987 and May 17, 1986 (20th Week) 


Measies (Rubeola) 
Indig imported® | Total 
Cum. Cum. , ; Cum. Cum. | Cum. Cum. | Cum. 
1967 | 1987 1967 | 1987 1967 | 1987 1967 | 1987 | 1986 1967 | 1987 | 1986 
UNITED STATES 260 47 1,509 8 213 382 7625 20 643 968 10 
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TABLE lll. (Cont’d.) Cases of specified notifiable diseases, United States, weeks ending 
May 23, 1987 and May 17, 1986 (20th Week) 
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TABLE IV. Deaths in 121 U.S. cities,* week ending 
May 23, 1987 (20th Week) 
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*Mortality data in this table are voluntarily reported from 121 cities in the United states, most of which have lations of 100,000 or 


ae. A death is reported by the place of its occurrence and by the week that the death certificate was filed. Fetal deaths are not 





tBecause of — in repo ae orhet, & On in these 3 Pennsylvania cities, these numbers are partial counts for the current week. 
counts will be avail: in 4to6 
ttTotal includes unknown 


ages. 
$Date not available. Figures are estimates based on average of past 4 weeks. 
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TABLE V. Estimated years of potential life lost before age 65 and cause-specific 
mortality, by cause of death — United States, 1985 





YPLL for Cause-specific 
Cause of mortality persons mortality, 1985" 
(Ninth Revision ICD) dying in 1985* (rate/ 100,000) 
ALL CAUSES 

(Total) 11,844,475 874.8 
Unintentional Injuries’ 

(E800-E949) 2,235,064 38.6 
Malignant neoplasms 

(140-208) 1,813,245 
Diseases of the heart 

(390-398,402,404-429) 1,600,265 
Suicide, homicide 

(E950-E978) 1,241,688 
Congenital anomalies 

(740-759) 694,715 
Prematurity* 

(765, 769) 444,931 
Sudden infant death syndrome 





(798) 313,386 


Chronic liver diseases 

and cirrhosis 

(571) 235,629 
Pneumonia and influenza 

(480-487) 168,949 
Acquired Immunodeficiency 

Syndrome (AIDS)** 152,595 
Chronic obstructive 

pulmonary diseases 

(490-496) 129,815 31.2 
Diabetes mellitus 

(250) 128,229 16.2 
*For details of calculation, see footnotes to Table V, MMWR 1987;36:56. 
'Cause-specific mortality rates as reported in the National Center for Health Statistics’ Monthly 
Vital Statistics Report are compiled from a 10% sample of all deaths. 
‘Equivalent to accidents and adverse effects. 


‘Category derived from disorders relating to short gestation and respiratory distress syndrome. 
**Reflects CDC surveillance data. 
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Rocky Mountain Spotted Fever — United States, 1986 


For 1986, a provisional total of 755 cases of Rocky Mountain spotted fever (RMSF) 
was reported to the MMWA for an incidence rate of 0.32 cases per 100,000 popula- 
tion. Oklahoma had the highest rate (104 cases, 3.2/100,000), and North Carolina 
reported the most cases (129 cases, 2.1/100,000). South Carolina was the only other 
state with a rate>1.0/100,000 {71 cases, 2.1/100,000) (Figure 1). The South Atlantic 
region, with a rate of 0.83/100,000, accounted for 333 (44%) of the total number of 
cases. 

Report forms were submitted on 654 cases (87%). Three hundred and fifty of these 
(54%) were laboratory confirmed, and 304 (46%) were probable or not confirmed*. 
Characteristics of these cases were similar to those observed in other recent years. In 
1986, the median age of patients was 24 years. Forty-five percent of patients were <20 
years of age, 62% were male, and 92% were white. Ninety-five percent of patients 
experienced onsets of illness during the period April 1-September 30; 47% experi- 
enced onsets in May and June. Sixty-two percent reported tick bites. Symptoms 
included fever (94%), headache (89%), and myalgia (87%). Eighty-seven percent of 
patients had rash, which, for 53% percent, was located on the palms and/or soles. 

The overall fatality rate was 3.0%. The rate was higher for individuals >40 years of 
age (5.8%) than for those <40 years of age (1.9%). The fatality rate was lower for 
*Confirmation criteria have been published previously (1). 


FIGURE 1. Reported Rocky Mountain spotted fever cases and rates, by state — 
United States, 1986 
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RMSF — Continued 
persons who had been bitten by ticks (1.5%) than for those with no known exposure 
to ticks (6.6%). 


Reported by: R Tanaka, College of Veterinary Medicine, Univ of Minnesota, St Paul, Minnesota. 
Viral and Rickettsial Zoonoses Br, Div of Viral Diseases, Center for infectious Diseases, CDC. 
Editorial Note: The number of reported cases and the national incidence rate of 
RMSF increased slightly in 1986. However, incidence in the two major RMSF endemic 
regions (the South Atlantic and the West South Central regions") and most of the rest 
of the country has fallen considerably since the early 1980s. In the South Atlantic 
states, the rate rose from 0.76/100,000 population in 1970 to a peak of 1.91/100,000 in 
1981 and has now fallen to 0.83/100,000. In the West South Central region, the rate 
rose from 0.20/100,000 in 1970 to 1.44/100,000 in 1983 and is now 0.53/100,000. The 
reason for the recent decrease is unknown. It should also be noted that the proportion 
of actual cases represented by the provisional total of reported cases is unknown. 

The best method of preventing RMSF is to avoid tick-infested areas. Persons who 
cannot should wear protective clothing and use tick repellert while in tick-infested 
areas. In addition, exposed areas of the body should be checked every few hours for 
tick attachment. Ticks should be removed by grasping them gently with tweezers as 
close as possible to the point of attachment and pulling slowly and steadily (2). The 
bite should be cleansed like any skin wound, especially if tick mouth parts remain. 
Ticks can be removed by hand, but fingers should be protected with tissue paper and 
washed afterward. Persons living or working in tick-infested areas should be made 
aware of tick-borne diseases and their prevention. No vaccine is available for RMSF, 
although research continues in this area (3). 

Patients with symptoms of RMSF should usually be treated with tetracycline or 
chloramphenicol before the results of serologic testing are available because diag- 
nostic titers are not present in the majority of patients before the second week of 
illness (4). Treatment should be considered for symptomatic patients who have been 
in an RMSF endemic area even if they do not have a rash and were not exposed to 
ticks. The absence of both rash and a history of tick exposure has been shown to delay 
presumptive diagnosis and, therefore, to increase the fatality rate among this group 
(5). Physicians are encouraged to report suspected cases of RMSF to state and local 
health departments. Most state health departments can perform serologic testing for 
RMSF. 
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These regions are defined in Table Ili, p. 309. 
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Progress in Chronic Disease Prevention 





Premature Mortality Due to Cerebrovascular Disease — 
United States, 1983 


Cerebrovascular disease is the third leading cause of death in the United States 
and the eighth leading cause of years of potential life lost before the age of 65 
(YPLL) (1,2). In this report, which assesses the contribution of cerebrovascular disease 
to YPLL, YPLL was calculated using the National Center for Health Statistics’ detailed 
mortality data from computerized death certificate tapes for 1983, the latest year for 
which data are available. Data on YPLL attributable to all forms of cerebrovascular 
disease (international Classification of Diseases, 9th Revision, Codes 430-438) were 
analyzed by sex and race of the decedents. For the purpose of comparison, YPLL rates 
per 100,000 persons <65 years of age were calculated. 

Differences in YPLL, by sex. In 1983, men accounted for slightly over half of the 
total YPLL due to cerebrovascular disease (Table 1). Overall and within each racial 
group, the rates of YPLL were slightly higher for men than for women (rate ratio, men 
to women = 1.1). 

Differences in YPLL, by race. Although blacks constitute only 12% of the U.S. 
population, they accounted for 28% of YPLL due to cerebrovascular disease (Table 1). 
The rate of YPLL due to cerebrovascular disease was 2.6 times higher among blacks 
than among whites. These racial differences were observed for both men and 
women. 


Reported by: Epidemiology Br, Div of Nutrition, Center for Health Promotion and Education, 
CDC. 

Editorial Note: Analysis of YPLL data has proven useful in assessing the impact of 
preventable causes of death on premature mortality (1). This information is also 
valuable in determining priorities for prevention activities. For example, the findings 
reported here reemphasize the importance of identifying, treating, and controlling 
hypertension, especially among blacks. 

Blacks accounted for a disproportionate percentage of YPLL due to cerebrovascu- 
lar disease. The rate of YPLL for blacks was more than two and one-half times higher 
than the rate for whites. Based upon blood pressure measurements from the second 
National Health and Nutrition Examination Survey (NHANES II), 37.9% of blacks are 


TABLE 1. Years of potential life lost before age 65 (YPLL) due to cerebrovascular 
disease, by sex and race — United States, 1983 
YPLL 

Males Females Both Sexes 
Race No. (%) Rate* No. (%) Rate* No. (%) Rate* 
White 96,077 (37) 110 85,132 (33) 97 181,209 (70) 104 
Black 36,069 (14) 291 35,043 (14) 260 71,112 (28) 275 
Other 2,730 (1) 93 2,468 (1) 81 5,198 (2) 87 
All 134,876 (52) 131 122,643 (48) 118 257,519 (100) 125 
*YPLL/100,000 persons. 
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Premature Mortality — Continued 
hypertensive*, compared with 32.6% of whites (3). Additionally, blacks are more likely 
to have severe hypertension. 

The major risk factor for stroke is hypertension, a condition which often remains 
asymptomatic for decades until it is manifested as a stroke in later life. It is, therefore, 
not surprising that, while cerebrovascular disease is the third leading cause of death 
in the United States, it ranks eighth in YPLL (2). This could change, however. Projected 
increases in the number of persons >65 in coming decades’ could alter the 
perception among health professionals and the public of what constitutes "premature 
mortality”. If, as a result, the somewhat arbitrary definition of 65 years as the cutoff for 
YPLL was raised to 75 or even 85 years of age, cerebrovascular disease would 
increase in perceived importance as a preventable cause of premature mortality in the 
United States. 

References 
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*Persons whose blood pressure is >140 mm Hg systolic/90 mm Hg diastolic or who are taking 


antihypertensive medication. 
‘Even if age-specific mortality does not change, it has been projected that the population =65 
years of age will increase from the estimated 23.2 million in 1980 to 41.3 million in 2080 (4). 
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FIGURE |. Reported measles cases — United States, weeks 16-19, 1987 








EB CASES REPORTED C— NO REPORTED CASES 


ne ee ee ee eee eS oe on cae Atlanta, 
Georgia, and available on a paid subscription basis the Superintendent of Documents, U.S. Government 
Printing Office, Washington, D.C. 20402, (202) 783-3238 


The data in this report are provisional, based on weekly reports to CDC by state health departments. The 








textual considerations 
ond Ghonean Giaatty apart, Centers for Disease Control, Atlanta, Georgia 30333. 
Director, Centers for Disease Control Editor 
James O. Mason, M.D., Dr.P.H. Michael B. Gregg, M.D. 
Director, Epidemiology Program Office Managing Editor 











Carl W. Tyler, Jr., M.D. Gwendolyn A. Ingraham 





wU.S. Government Printing Office: 1987-730-145/40061 Region IV 





DEPARTMENT OF 

HEALTH & HUMAN SERVICES 
Public Health Service 

Centers for Disease Control 
Atlanta, GA 30333 





Official Business 
Penalty for Private Use $300 


Post: and Fees Paid 
U.S. . of H.H.S. 
HHS 396 


HHS Publication No. (CDC) 87-8017 Redistribution using indicia is illegal. 











